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SUPPLEMENTARY MATERIAL TABLE FOOTNOTES  

a. Each line in the table represents the chromosome or a plasmid type 
(indicated in leftmost column). Plasmid types are defined by their 
PFam32 protein's sequence type as described in Casjens et al. (4). The 
B31 genome sequence has been previously published; the remaining 
thirteen genomes are presented in this report. All sequences are closed 
except for those which are indicated otherwise; note that because 
sequencing required cloning into a circular plasmid vector, all linear 
chromosome and plasmid ends are likely to have some terminal bp 
whose sequence was not determined (by analogy with other Borrelia 
strains we have sequenced, this is usually less than a few hundred bp). 

The source s of B. burgdorferi strains are as follows: 
Isolate Origin Source Reference 
297 human/CT J. Radolf Steere et al. (13) 
29805 tick/CT J. Anderson Zingg et al.(16) 
64b human/NY M. Schriefer Qiu et al.(10) 
72a human/NY M. Schriefer Qiu et al.(10) 
94a human/NY M. Schriefer Qiu et al.(10) 
118a human/NY M. Schriefer Qiu et al.(10) 
156a human/NY M. Schriefer Qiu et al.(10) 
Bol26 human/Italy I. Livey Qiu et al.(9)  
CA-11.2A tick/CA P. Rosa Schwan et al. (11) 
JD1 tick/MA T. Schwan Piesman et al. (8) 
N40 tick/NY S. Barthold Barthold et al. (2) 
WI91-23 bird/WI R. Johnson McLean et al. (6) 
ZS7 tick/Germany I. Livey Simon et al. (12)  

b. rRNA lineages from Bunikis et al.(3), Attie et al.(1) and Travinsky et al.(14). 
c. OspC type from Wang et al. (15) and Travinsky et al.(14). 
d. NCBI Genome Project Identification number <http://www.ncbi.nlm.nih.gov/ 

genomeprj/GPiD> 
e. Draft sequence; contigs not joined. 
f. By similarity with other plasmids, these contigs likely fit together into the indicated 

plasmid, but this has not been shown experimentally. 
g. Plasmids lp56 in strain B31 and JD1 have been shown by experimental analysis to be 

fused. The other putative fused plasmids are deduced purely from the assembly 
of the sequencing runs. 

h. The cp9 plasmids do not have a PFam32 gene and so cannot be categorized in this fashion 
like the other plasmids. However, their PFam57 genes (5) vary and are present as two 
types which we name cp9-1 and cp9-3 (cp9-2 has been used previously for a putative 
cp9 plasmid whose PFam57 gene has not been characterized (7)) . 

i. These are "lp32" plasmids which are apparently linear and which have little in 
common with the cp32s beyond their partition gene cluster. 

j. Unclosed contig with cp32-like sequences that do not include a PFam32 gene which can 
be used to determine the cp32 type. 

k. Present in some cultures of this strain but it was absent in the culture whose DNA was 
sequenced.
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Note from the authors 
The authors suggest that primary inquiries related to clinical aspects of this 
document be addressed to Dr. Steven Schutzer and inquiries related to the 
technical aspects, regarding strains and sequencing be directed to Dr. Sherwood 
Casjens. 
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